Weight (December 1934) was 12 st. 5 lb. Further investigations.-The blood-sugar curve was slightly higher than normal.
The fasting sugar was 0 128 mgm. %. At 1j hours, it had risen to 0 2 mgm. %. Basal The Zondek-Aschheim reaction was negative.
Skiagrams.-Skull: No marked deformity of the sella turcica. Long bones:
No changes seen.
Treatment.-The patient has had three courses of deep X-ray therapy to the pituitary gland and has also been having small doses of thyroid extract. The headaches have been slightly less severe, but the condition is otherwise unaltered. She is still, slowly, gaining weight and at present weighs 11 st. 131lb.
Dr. PARKES WEBER said that clinically the case was a typical one of Cushing's pituitary syndrome (" pituitary basophilia"), though there was not the discoloration, with textural alteration of the skin of the legs, which made some cases still more characteristic. Further tests for evidence of nephrosclerosis would be interesting. It seemed that the endocrine products of a pituitary basophil adenoma could actually produce nephrosclerosis, with, in some cases, ultimate death by acute pulmonary cedema. But in so-called "malignant nephrosclerosis " of any kind he understood that there was (for some reason, as yet not quite clear) infiltration of the posterior lobe of the pituitary gland with basophil cells from the anterior lobe.
Massive Collapse of the Lung Following Hamoptysis due to
Pulmonary Tuberculosis.-W. E. LLOYD, M.D. D. D., aged 18, admitted to hospital, October 1, 1934, with haemoptysis. His father suffers from pulmonary tuberculosis. Two brothers and two sisters are alive and well.
He had diphtheria at the age of 3, and chorea at the age of 7. He had been previously admitted in March 1930, with acute rheumatism and evidence of mitral disease. After his discharge he remained in good health until August 1934, when he had the first haemoptysis followed by six recurrences-some copious-notably on September 29, while at work. The next day he developed pain in the left chest and became dyspnoeic for the first time.
Condition on examination. -Nutrition moderate. Breathing was laboured and he was cyanosed. No cedema or clubbing. Temperature (1000 F. to 1030 F.)
remained raised for about one month. Respiratory rate increased to 30-40 per minute for about two weeks. Left side of chest showed diminution of movement, an impaired percussion note (most marked at the base), diminished vocal fremitus and resonance. The breath sounds on left side were reduced anteriorly, but there was a small patch of tubular breathing at the base. A few rAles were present and a friction rub was heard in the left axilla. A mitral systolic murmur was present. October 2 to 5: Hwmoptysis continued and the signs in the left lung increased, so that there was marked flattening on that side and displacement of the trachea and cardiac impulse (5 in. from midline) to the left. The diagnosis of massive collapse of the left lung was made and confirmed radiologically.
The following investigations were carried out: X-ray examination. Blood-culture negative (to exclude malignant endocarditis).
Electrocardiogram.-18.10.34: Normal. The hmoptysis gradually diminished, and after about one week the chest began to expand and the cardiac impulse returned to its normal position. In view of the negative sputum tests and absence of clear evidence of mitral stenosis, the possibility of bronchial neoplasm was considered and bronchoscopy was performed (by Mr. C. P. Thomas) on November 2. The left bronchus was shown to be patent.
On the patient's discharge (11.11.34) the left lung still showed diminished movement, and the note, particularly over the left apex in front and the left base behind, was impaired. Bronchial breathing, numerous rWies and whispering pectoriloquy were present over the left apex. There was never any evidence of congestive cardiac failure. The hamoptysis had ceased and the cough had practically gone. The patient was afebrile, but his pulse-rate remained between 90 and 100. He had gained 7 lb. in weight.
Following hisdischarge, the cough and expectoration returned and became troublesome. There was no further hmmoptysis. The signs over the left upper lobe persisted. His appetite became poor and he suffered from night sweats.
A skiagram on 26.11.34 showed definite infiltration of the upper half of the left lung. The sputum on 30.1.35 revealed tubercle bacilli for the first time.
He was readmitted on 18.2.35. Artificial pneumothorax was initiated on 22.2.35 and he has had five refills since. His temperature, at first 99-1000 F., has become normal, his symptoms have improved, and he has gained weight. There now appears to be no evidence of mitral disease.
The last skiagram (8.3.35) shows the upper lobe to be adherent, but the lower lobe to be collapsing well.
Dr. GREGORY KAYNE said that it was of practical interest to decide from which lung the bleeding had occurred. The fact that the hemoptysis continued for six days after the onset of the collapse, which was associated with persistent marked dyspncea, tended to point to the bleeding having its origin in the opposite side to that of the collapse-which would otherwise have had a salutary effect. And, in fact, the later skiagrams, at any rate, showed definite abnormal shadows on the right side also.
With regard to the frequency of the condition, he would like to refer to B. P. Stivelmann's investigation in New York (Amer. Rev. Tub., 1934, xxx, 60) of the notes and skiagrams of 5,000 patients with pulmonary tuberculosis under hi3 care over a period of 8 years. Only four cases of acute massive collapse following hemoptysis were discovered, but the surprising rarity was probablv due to the fact that patients who bled were not often disturbed for a careful physical examination and were rarely moved to have an X-ray photograph taken. This condition had to be distinguished from that of chronic massive pulmonary collapse associated with chronic pulmonary tuberculosis in young adults. The radiological picture in the latter case resembled that of unilateral fibrosis with retraction. The true nature of the former alternative should be suspected when the opposite pulmonary field was perfectly clear (as old-standing fibrotic disease was, almost always, at least partially bilateral), and its recognition was of great importance since a mistaken diagnosis might even preclude the idea of an attempt to induce an artificial pneumothorax, as it might be felt that the adhesions would almost certainly make this impracticable.
